Introduction
The cardiomyopathy associated with pregnancy usually presents in the last month ofgestation or in the first 6 months following parturition. The incidence varies geographically from estimates of 1:1,300' to 1:4,0002 deliveries in the United States to considerably higher in parts of West Africa. Only epidemiological clustering of cardiomyopathy in young women around pregnancy suggests that this is a distinct pathological entity. 3 The aetiology remains obscure, and although nutritional, viral, endocrine and immunological mechanisms have been proposed, none has been well supported. Heart failure or embolic phenomena are the commonest presentations, although arrhythmias have been noted. 4 The mortality of post-partum cardiomyopathy varies in different parts of the world but it has been reported as high as 50% in the USA, the majority of these fatalities occurring in the first 3 months, due to heart failure and systemic pulmonary embolism. Recurrence of the cardiomyopathy is frequent in subsequent pregnancies, which are contraindicated. ventricular extrasystoles, but produced 4 mm ST segment depression in the inferior and anteroseptal leads, which occurred in the absence of chest pain. Further ambulatory monitoring revealed frequent polymorphic ventricular tachycardia, the morphology of which suggested torsade de pointes. The 2D echocardiogram now only showed minimal ventricular dilation and the MUGA left ventricular ejection fraction was 41% (RV ejection -21%). Left ventriculography and coronary arteriograms were normal and she had normal right and left sided pressures. Electrophysiological studies, performed under general anaesthetic, failed to induce sustained ventricular tachycardia despite aggressive stimulation protocols before and after isoprenaline. Investigations for autoimmune, endocrine, metabolic and viral aetiologies were negative.
During hospital admission, when antiarrhythmic medications were stopped, she had nine further episodes of documented ventricular tachycardia producing syncope. All but three episodes were terminated spontaneously or with a few minutes ofexternal cardiac massage. On three occasions ventricular tachycardia degenerated into ventricular fibrillation and DC cardioversion was required (1 50J). Attacks persisted despite therapy with flecainide, nadolol and disopyramide. A clear observation was made between bradycardia and the inception of the ventricular tachycardia and this was exacerbated by betablockade. In view of this a temporary atrial pacing wire was inserted and set at 90 beats per minute, following which no further syncopal episodes occurred.
In view of the failure of antiarrhythmic drugs to control her ventricular tachycardia and the absence of a focus of ectopic activity which would be suitable for either transvenous or surgical ablation, it was decided to insert an automatic implantable cardioverter/ defibrillator (AICD). Under general anaesthetic, a bipolar endocardial lead was positioned in the right ventricle, and two ventricular patch leads were sewn over the apex (anode) and the posterior lateral wall (cathode) of the left ventricle, external to the fibrous pericardium (which was not opened) via a left thoracotomy. The pulse generator was located in a pocket in the upper abdominal wall behind the rectus sheath. Following insertion of the AICD, slow release disopyramide was commenced and, to date, there have been no further episodes of syncope. Holter monitoring showed ventricular extrasystoles but no episodes of ventricular tachycardia. The mean heart rate on the disopyramide remained above 70 beats per minute, even during the night. One week following the insertion of the device testing was performed under general anaesthetic. Ventricular fibrillation was induced and the device successfully sensed the arrhythmia and cardioverted the patient with the first shock. The AICD has not discharged spontaneously in 12 weeks of follow-up.
Discussion
Mechanism ofaction ofAICD Automatic implantable cardioverter/defibrillators recognize ventricular arrhythmias by sensing heart lasts 5-20 seconds the unit will diagnose the arrhythmia and then takes 5-15 seconds whilst charging, before delivering the shock. Thus spontaneously self-terminating ventricular tachycardia of duration 5-35 seconds may theoretically trigger the unit, revert to normal rhythm and then the unit will discharge.
Persons administering cardiopulmonary resuscitation are reported to have been startled by skin surface potentials from patients during discharge of the AICD units and there is a theoretical risk of inducing arrhythmias in the resuscitator. The presence of epicardial defibrillating leads may insulate the heart from standard external defibrillation, and in these circumstances external defibrillation should be delivered perpendicular to the line of the ventricular patch electrodes.
The AICD appears to be of the greatest value when used in conjunction with other antiarrhythmic therapies which decrease, but do not abolish, the incidence of tachycardia in the patient. In this case the pericardium was not opened so as not to prejudice future attempts at curative surgery. Sole 
